Peer Reviewed Alzheimer’s Research Program (PRARP)

Each year, the Department of Defense's office of the Congressionally Directed Medical Research Programs (CDMRP) assesses scientific
opportunities to advance research in specific areas. The investigators supported by individual programs are making significant progress
against targeted diseases, conditions, and injuries. This list is not intended to be a full representation of accomplishments, but rather a
sampling of the broad portfolio of research and advances resulting from congressional appropriations.
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Novel discovery of peptides which block NF-kB activation/neuroinflammation, blocking
further damage to the neurons in mice with Alzheimer's disease-like pathology.

Discovery of mutations in the ATP-binding cassette, subfamily A (ABC1), member 7
(ABCA7) gene that may represent a risk factor for late-onset Alzheimer's disease in African
Americans.

TBIl in older Veterans was associated with a 60% increase in the risk of developing
dementia over 9 years after accounting for competing risks and potential confounders.
The results suggest that TBI in older Veterans may predispose toward development of
symptomatic dementia and raise concern about the potential long-term consequences of
TBI in younger Veterans and civilians.

Preliminary evidence (in mice) that increased Retinoid X receptor (RXR) activity improves
cognitive deficits and amyloid clearance. This process involves APOE isoforms, Rho
GTPases, and Wnt signaling. The increased Wnt signaling may be beneficial to several
essential neurological processes, such as neuronal cell differentiation, plasticity, and
regulation of neuroinflammation.

Development of a new strategy for characterizing toxic tau species associated with
Alzheimer's disease and traumatic brain injury.
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